normal distribution in one. In the fifty-five year old clerk however mucoproteins were confined to a sharp band in the alpha-2 globulin range and lipoproteins were in excess in the gamma globulin range. These changes have persisted over the period of observation which is continuing. All had cryoglobulins at some time during observation and Sia's distilled water serum test was positive for a time in one patient.
The erythrocyte sedimentation rate ranged from 39-118 mm. per hour (Westergren) and the haemoglobin varied between 12.2 and 15.2 g. per 100 ml. Anaemia was not a marked feature in contrast to true myeloma. All patients had a moderate bone marrow plasmacytosis ranging from 3-8 per cent. The plasma cells were not typical of myeloma.
All patients at some period during observation had short spells of rheumatic aching of muscles and joints but these were never swollen, or restricted in movement. One patient had severe hypertension controlled by hypotensive drugs.
All eventually became symptomless in spite of persisting serum protein changes.
Radiography of the bones showed no evidence of myeloma, there was no BenceJones proteinuria, and the Rose-Waller sheep red cell agglutination test was negative. None showed the haemorrhagic manifestations or lymphocytes of Waldenstrom's macroglobulinaemia. It is suggested that under certain circumstances plasmacytosis may be benign and that the production of large amounts of so-called abnormal proteins may be an exaggeration of a normal immune response, or the spontaneous production by antibody cells of globulins normally produced to antigenic stimuli. The compactness of the gamma globulin band suggests a homogeneous protein.
Such benign plasmacytosis with myelomalike serum proteins may be compared to symptomless leukaemoid states not progressing to true leukaemia, and contrasted with the invasiveness of true myeloma.
Addendum.
In two patients, still being followed up, ultracentrifuge studies kindly performed by Dr. P. Esnouf showed the abnormal proteins to have a sedimentation constant of S 6.85 with no evidence of macroglobulins being present. Clinically, iron deficiency is recognised as a characteristic microcytic hypochromic anaemia, i.e., as a deviation from an accepted normal range of haemoglobin concentration. Haemoglobin is one of a number of essential ironcontaining compounds concerned with the transport and utilisation of oxygen and of iron. The relationship among these compounds is not known exactly and the effect of iron deficiency upon them is still undefined.
Probably 90 per cent of all cases of anaemia in Great Britain are due to iron deficiency, but the full extent is not known because widely different haemoglobin levels, of selected control groups, have been accepted as normal.
Normal haemoglobin values do not necessarily represent iron adequacy.
An approach to this problem has been made by a study of iron deficiency produced in the rat by dietary means. A relationship between certain tissue changes, the plasma iron concentration, the blood haemoglobin concentration and the mean corpuscular haemoglobin concentration was established and a wider definition of iron deficiency suggested.
Normality is a range which reflects the prevailing condition but does not necessarily represent the optimum state. When one of a number of related factors is assessed as a criterion of a functional state, it is essential to know if this factor is the first affected in any alteration in that state and if any change detected is related to an undesirable functional state.
